), thus, it is possible induced caspase 8 activation, and a Smac peptide conthat Smac acts on the TRAF2-cIAP1 complex to promote taining the cIAP1 binding domain is sufficient to disrupt TNF␣-mediated caspase 8 activation. To support this TRAF2-cIAP1 interaction and cooperate with TNF␣ to hypothesis, we found that addition of N-7 peptide disinduce cell death. rupted the association of TRAF-2 and c-IAP1 after TNF␣ The TNF␣-JNK-jBid-Smac pathway defines another treatment ( Figure 7F) . Therefore, it is likely that release mechanism for the crosstalk between intrinsic and exof Smac from mitochondria disrupts TRAF2-cIAP1 comtrinsic cell death pathways. This pathway is distinct to plex and its inhibition on caspase 8 activation.
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